Study of general h&aelig;modynamics in 15 patients with low-renin essential hypertension showed h&aelig;modynamic and pathophysiological heterogeneity. However, there was suppression of sympathetic nervous system function in all low-renin patients, regardless of h&aelig;modynamic pattern. Subnormal sympathetic nervous activity was manifested by a low normal mean plasma-noradrenaline concentration at rest, diminished noradrenaline responsiveness to postural stimulation, and a reduced blood-pressure response to the indirectly acting sympathomimetic amine tyramine. It is proposed that the syndrome of low-renin essential hypertension is of diverse &aelig;tiology, but with secondary sympathetic nervous system underactivity as a feature common to the various forms. The low plasmarenin activity is probably an expression of defective sympathetic nervous system stimulation of renin release.
Introduction SOME patients with essential hypertension have low plasma-renin activity (P.R.A.).l 2 Despite continuing investigative interest, the pathophysiology of these "lowrenin hypertensives" remains uncertain. There are probably several distinct mechanisms responsible for the renin suppression in this syndrome. Excessive adrenal mineralocorticoid secretion 3 4 increased central ("effective") blood-volume, 6 and progressive reduction in P.R.A. with time in severe or longstanding essential hypertension 7 have all been found.
Since the sympathetic nervous system has an important modulating influence on renin release,9 it seemed possible that the final common pathway for renin suppression in the various forms of low-renin hypertension might be sympathetic nervous system underactivity.8 10 This possibility was explored using biochemical fig. 2 ).
Blood-pressure Response to Tyramine
The rise in blood-pressure with tyramine was diminished in the low-renin hypertensives ( fig. 3 ). At each of the three doses of tyramine used, the pressor re- Fig. 2 8 17-19 For essential hypertensives with low P.R.A., sympathetic nervous underactivity has been proposed as the basis for the suppression of P.R.A.,8 10 but here the evidence is less convincing, although improving.8 20 In the present study, using biochemical and pharmacological indices of sympathetic nervous system function, we found striking evidence of sympathetic nervous underactivity in patients with low-renin essential hypertension. 
